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Abstract

Diabetic retinopathy (DR) is the leading cause of blindness worldwide, and its incidence continues
to rise, severely affecting patients’ vision and quality of life. Diabetic macular edema (DME) is the
primary cause of visual impairment in patients with DR and involves complex pathophysiological
mechanisms, in which vascular endothelial growth factor (VEGF) plays a pivotal role in the patho-
genesis of both DR and DME. Therefore, exploring the latest developments in the application of anti-
VEGF drugs is particularly important. This article aims to review recent research progress on anti-
VEGF drugs in the treatment of DME, analyze their mechanisms of action and pharmacokinetic char-
acteristics, and, based on clinical trial data, compare their efficacy, durability, treatment duration,
and safety in the management of diabetic macular edema. It summarizes the advantages, disad-
vantages, and target patient populations of each drug and outlines future research directions, with
the goal of providing a more comprehensive reference for personalized clinical treatment.
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1. 51§

B PR I73 14 35 BE /K Jif (Diabetic Macular Edema, DME) /2 8 JK Ji P4 400 % 5575 48 (Diabetic Retinopathy, DR)
Wi N E W I RAEZ — o FEBERE PR R R FF 22 T, DME (R MR AR B PN, BE™ 52 &
TR E, WAt ET REHRA/NIETI[1]. DME BURAENRIBCAE 2, EHk 80 N L5
HWIENE AR S BL AL I # T (Neurovascular Unit, NVU) DI RES <516 2 19[2] [3], L&A
J% A K R “F(Vascular Endothelial Growth Factor, VEGF){EIX — it f2 g 2O E F, Hid B RIAS BRI
- PRI 5 57 B (Blood-Retinal Barrier, BRB)H- 51 & 59 MU IR,  #E i S B8 AR R, && FEUR
HIST T IE4] [5]

JU 4R DME I pRiZIT A R ZIAL 52, LGB0 AR AAE — € R R, % VEGF £ DME Jji
FEHLH OB E 3R, IESES A NPT VEGF 29907 5 CBORZIR — 2T iA4 B i R B E M 10
H[4]1[5]. ITHERST VEGE 29N FFEL 68, fE29900 1450 MR 25 29003 AT R0e AvESE
J7 TS 7R . X2 B AR S 7 B E R TR, BT VEGF {5 582 |
WD MBI GG KA ST [6] [7]

Pt VEGF JRI7 IR R V2 D\ AT 1 [ B 0 T I 15 22 Pk 50000 B8 FH 24 JR o7 RO B I B S B 1Y
BvaTT AU SR BB AR A s AN TR 25 DR ST SRR I [A) 22 21t T T AFE 22 [ 5] [7] [8]. AL RS
XTEE - 2K40 VEGF 25407597 DME WIIRIRRUR, N M IR ST SE0E (1 il i S (R 3 8

2. DME HREEEEHHS VEGF 5518
2.1. DME
DME & DR fe# WK RAEZ —, R AR EEFNZ —[9]. DME £ 2 BUR R B+ 80
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RERBIIGK, HETERAH 3.82 A NZHFm, WitH] 2035 4KIEF] 5.92 14, F 2045 KL
7.832 44, 1E 22,896 M PRI EE LA 10.2% B4 M RN BG4S, 6.81%E45 DME[10]. *f DR &
AR A4 22 R TT RGP IR BRAR 1]

DME & 42 & J& A% O AE T 1 LR 175 T A0 X S Al L /8 s 22 A1 BRB Zhgbetig (4] [10]. HH VEGF, %#
%l /& VEGF-A, 7t DME A% R E EE/ERH . fERMpEAEE~, PR RSB . JO5E I AT
A 7 32 ] 25 450 R SRR R S 4 i 3 %% VEGF-A . VEGF-A 5 I P 2 A4 KR F- 324K 2 (Vascular En-
dothelial Growth Factor Receptor-2, VEGFR-2)45 &, WG T (5 5 8 #%, MG i & % 1 . %38 BRB,
HARRERT A AR, 3 BB X AR B IR AR R B0 ) R [2] [5]-

2.2. VEGF (5588

VEGF/VEGFR-2 15 5 i 2 M8 AL s A S 183 PR R % A% 0 %« 24 VEGF-A 435 VEGFR-2
ditla, SRR RAE AR A SRR, TS 2 R B R IR T . BEER AL
VEGFR-2 fE NG 53V &, SHEIFRE Z M NN 2 A, GIEEREIEIVLEE 3-8 (Phosphatidylinositol
3-Kinase, PI3K)/Z& [/ B (Protein Kinase B, AKT)l 41 i . 22 24 J5U35 1L 5% (1 I8 (Mitogen-Activated Pro-
tein Kinase, MAPK )i % UL & T g Cy (Phospholipase Cy, PLCy)if 555 .

(1) PIBK/AKT % : VEGF W% PI3K/AKT 18 2% a2 H AR I 5 P R 40 6 A7 375 FH 3G 58 1) SC B ML i)« AKT
WS AT LA AR E T, (A R B R, DT AR RE I PR AN S SE RN A S, O T B IR
AR KE L,

(2) MAPK ifi#%: VEGF @i ¥#iE MAPK @8, Hinlie ERK1/2, {2k e i B 4 i AT A%
ERK1/2 ¥ o] LA 2 AR R ik, xS R n] 2 S0 K bR A

(3) MEBEVERIN: VEGF @il 2 FHLHIE M @@ . ©heES i R gl p a) B2 0E R IR,
B ngn e B, AT S B 2 2 AR ML IS TR BRI 2R, R B B K A

¥k VEGF/VEGFR-2 @i, HAt /(5 5@ et 5 VEGF WhR1ER , LR i B 2EF1 DME KA K&
%40, Notch 1551 Wnt/B-catenin {5 5 il 2% DL I ML 4F 3R (Angiopoietin, Ang)/Tie2 15 S iH {54 5
VEGF fA1EAE X N, H (] 52 0 i 5 A e PR AT B o RE0 /& Ang/Tie2 {55108, Ang-1 JHil & Tie-2 %2
AR M AR T « Ang-2 42 Tie-2 SZARMIFE U, 75 @ MUBEFI B S BL 26 fF T~ 23 B, $0%] Ang-1 />
T4 Tie-2 BERRAL, HI55 MUE P R 400 5 F8 90 i SR e 4z, WO i A B e e vk, I i A P, R I
Xt VEGF {230 1EFH Uk 11]-[13]. Uk, Ang-2 5 VEGF-A WhRMEA, JL[FE{Zi DME R4AEK
Ji&, XA FVE I R BN DME 1697 5245 7B s, BIFIE 406 VEGF-A F1 Ang-2, A2 E A ¥HFEE
M WBRE, HEKIBITRE.

2.3. HRIEE TS

¥% T VEGF fil Ang-Tie {7 5@, DME (1554 #2200 15 K HoAh 22 P& 2 IO AH ELAF FH

(1) RIE.: DME $A A& — RIS I SOEME T o e IMBE 5 5 1) JORE SN 5 3502 b 9 E 20 i
[AlF-(41 IL-6 TNF-an MCP-1)FE A4 PR - 75 A0 X FBE I 3 B AR Jls P T i [ 5o 3% 6 SORE A o AN B $e4a I
BN YN, WK BRB, i60] i VEGF fI#ik, HE—SnI s K.

(2) FALRE: m i S BOE T E(ROS) A G N, B HIEMRAEMNIERREE S, SIRAMMPE. A
AR AR X B A, LA I P 7 0 R 24, RIS 22 B 28 AN IS A Jf 5 @ i, In sl
DME (1)t & [2] [5].

(3) FHZIBATHAS: DME AMUAN AR M P00, A Bl 5 L B Ah 22 70 145345 AN Th e i o g TUpE ]
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HLE S SO0 A 2 A0 B R TR e 2 R R D e, RN AT ARSI A AR Z AR, DL
JEL PN 2 25 EL(DRIL)SE OCT AEWbn AR [3] [5]. #PEIRAT AR ] B T BT BEK IR, Mo
AR

(4) I - # 9 52 P (BRB) AR : BRBH A P9 I/ Pz 400 0 1) 65 2 326 2 R A0 IR £ 25 17 (RPE) 4
MR, L B A RR A I Y A B RS B 5C 2 [5]. DME H, BRB N4 Z %28, SEGIA
LI BB, e BB K ] B ) S B 1

(5) HA KR T BEEEFEAEKRETF-1 IGF-)EH A A KN FH A §E2 5 DME KR HETFE[4].

3. XE/IN VEGF 754
3.1. Bevacizumab (DU{&¥k&831)

Bevacizumab /& —Fh 4K AJFAL AR BEDUA, 70 FR28 149kDa. ‘©ilid 454 VEGF-A, BHIEHEYS
VEGFR-1 #l VEGFR-2 £54&, MImINEIMmeE A6, BILEFL ERMHX )72 AT DME KGN E
VAIT6] [14].

3.1.1. RIS

DRCR Retina Network Protocol T Ilfi AR #fF 72 % B , Bevacizumab 7 & R /> L I i 4 ¥ (Intraretinal Fluid,
IRF). L i 5 (Subretinal Fluid, SRF){AFA, o438 & f 457 IE A1 /1 (Best-Corrected Visual Acuity, BCVA),
{H IRF iE R R . B BE A0 1115 £ (Central Subfield Thickness, CST) &3 77 T #IK T~ Aflibercept 5 Ranibi-
zumab [15] [16]. MECA K a6 A BE L E2 B R BT 923 B, Bevacizumab 677 AR AT VEGF 25411k,
FEVEZ M IX A Ay BT R A R 28 R 45 17] 18]

3.1.2. &2
Bevacizumab IR#AS B FAE R AR, OFBHEBAL M. RN ETES, BiA2 R IT[17].

3.1.3. NG

Bevacizumab J7 305 % &SGR 2 PG SUESE, IFE DME J697 R I AL m A RRAS Rt o (Ex
THLL IRF RFRUR. CST s IR i, A0 @ FEAR XA G o & T B2 M B« BB AR
RIS BIREIRTT A H) DME &% .

3.2. Ranibizumab (B8 H)

Ranibizumab /& & 53k IHT VEGF 2912 —, f&—Fp NJRAL IR 52 BE B 44 Fab Jr B, 2788 48 kDa,
Y Bevacizumab {EHNLEIAREL, (AT, 4V5FIETER. Ferthd & A EE R VEGF-A
(tn VEGF110/121/165), BHW VEGF-A 51L& N K K ) VEGFR-1. VEGFR-2 ZARZ5 5, M|
M5 P B ARG 5 ST R @B M3 0, V8098 B 3 A 1ML A B S BB X ARSI, MARIE E ek
# DME [6] [14].

3.2.1. IEARAIFE

RISE A! RIDE ) 11T PRS2~ Ranibizumab 723 43% DME 3% BCVA ISk BE .0 RS
(Central Macular Thickness, CMT) [19].Protocol T [{llfi AR i35 X} bt Bevacizumab. Ranibizumab F Aflibercept
= Fh 2K T O B Ranibizumab GG 0%/ IRF. SRF H 1 i 41 /5% Bevacizumab 787> IRF fAF
W EL Aflibercept J7 R % 5 . f71/E SRF HIEFH BILEA /)2, {HA] Ranibizumab 597 5 BE 17 #
& HMI3AHE[20]. Ranibizumab [RVETT 7 58— ML 2 ) UA 57 ar 771 52 B S AR A8 78 5 [ SR PRN B
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T&E J5 %, EHSCH T H DME 835 1552 (07 5 UCB0E /> T PR P e B [217- 23]

322. 2%
Zalh PRARI R, ARRMAERER. HEASHA Fe Bl ARk XK.

3.2.3. YNNG

Ranibizumab (I AST #8505 2 4 PE CAF BIK R L UESE . @R J M 45 & VEGF-A fEFMLEI, 75
PR G AT GRS DK O T B 2 2% . Ranibizumab & T-4136 B SO ) GE A il
DI SRIEEAAR, 35T AP AN MR 22 22 1% 56 %% HOGBA 2 1 [ S kb TG SRF (1 5558 R AR 73 5E JLAR (K07 AL
{H5 Fab F BLEEMIRFERZIN, Ranibizumab 78 B% RS (A P 2 52 MM A, I8 75 EAT 90 5 DA T
R, TN 7 AT SUE[7], T SEURE R MRS R DR B (RS A S AT 2R T 4
FERHIT R K E

3.3. Aflibercept (FU4H7EE)

Aflibercept /& —FEAHFAE A, 2 TELN 115 kDa, ‘B2 H VEGFR-1 fll VEGFR-2 44k iz
5N 1gG1 W Fe H B & &, HILReus 2 i3k VEGF R0 T4k N “VEGF [BEF” [6] [14]. EAR
I RESS A VEGF-A fT B WY, R4S A VEGF-B AR A= K [A 7 (Placental Growth Factor, PIGF), A LLEE
vz A U A R DL R LRI, 6T DME i 3RS 2 22 80 ST FRAE FH [24] [25].

3.3.1. IlmER#5E

VISTA F1 VIVID Hf 5 % H Aflibercept 8% % 4% DME £ [1) BCVA. CMT A RUE K5 (A1 B%
[19]. —THRZ% Meta 207 LU 2 Fift VEGF 254%F DME B8 197 %%, 4558 B~ Aflibercept 7E283% CMT
J7 S ANZR Hi[26]. Chirag D. Jhaveri. Neil M Bressler 25 7E Il R} L iR #4175 HY Aflibercept 5 HiAth—4C 41
VEGF Z5%) e Vi St I BG SB[ 15] [16] [27]. fEESEHFHEFH, Aflibercept # I H LT Ranibizumab
F1 Bevacizumab [P 7125085 R [28]. 14, Aflibercept VYT Bevacizumab #{Hif%: DME &3 KA PRN 5,
T&E 77 R SEIM ) 208 1 CMT T R&[29].

13 Aflibercept A2¥)ZRMIZ5 MYL-1701P #E NI PRIARIEH BEVPAL L AE DME B3 Hhy7 il 4%, 1X
B BRARIATT A I T K [30]. 7 & Aflibercept (8 mg)FH T4 77 % HiAth 4t VEGF 2543411 DME
B, FREBE AR DI A G 1 B o BT s (31

33.2. B2

BT G 3t S B i N VRSB T DME 122t R4F, AR FAFRAEREIR. YRk N>, HE
AR BEERH BE AR A By VDT T, — WU I 2 AR 1 [ B A B0 5 IR, 4552 Ranibizumab B8 Aflibercept
Y697 1) DME 3 15 /Neki€id 3 (Estimated Glomerular Filtration Rate, eGFR)ZE 12 > fll 24 A HIH5E
R, PR EOCTE K WIPT VEGF 1677 % B ThRERISEm[32].

3.3.3. BN

Aflibercept % oI SR BLAE BB [0 BRI A ZE AT K, A ls JE AT 5 1) R 18] o AN 2 2 b7 T
O TEMK, WM FETESE Ranibizumab 25 Fab F BERZGWIZE19]. 1% 254038 T 75 B SE K 5 1) B8
FELR AN 715 22 B X HoAh Pt VEGF 25 R NAEEAE 1) DME 3% . Aflibercept B4R Z2 4 R AT, (EHXTFF
A A B B, N 4 B M AR 2E AR (T S . EAh, B IR R 4 DME 3 T RERZ

W, BRI,
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3.4. Conbercept (R )

Conbercept #& ' E H FHPA K EHMEGEH, 70 FELN 143kDa, 451495 Aflibercept AH{EL, {HAERE
R SR T RARSY, B VEGFR-1 1 1g2 45#4#. VEGFR-2 1 1g3. 4 514385 N IgG1 1 Fe v
Btab &Mk, W44 VEGF-A. VEGF-B. PIGF X VEGF-C, HA 5% VEGF #1158 K r/EH
B IE][20]

3.4.1. IR

— I 2% Meta 73 BT i4E OCT 43 24%F DME #5347 75T, &I Conbercept 7£ 15 DME .44
PIRESCI CMT FBE, Horot oRig R0 kA i1 5 (Diffuse Retinal Thickening, DRT)% DME fJ7 % H:[33]
[34]. A —TiLL# Conbercept 5 Ranibizumab 577 DME I RIE 70 R B, PELHLAE S BEK I kst . A0 R
JEFEMRIE < B AE ML 2R % PR JE H AL R SC B R] 77 T G ¥ 3% %2 5%, {HL Conbercept fEFEAIE CMT 77 I ZR I
FEUFST RU(35].

342, B2

Conbercept [1)%2 4 P AE I AR 150 FH 35 S 70N W15 213 22 I, A B F44 & A 241K . —TiX) Conber-
cept Y697 DME J& 3 B X G0 A 46 39 52 0 (X Bt 9 S 7w, Y97 J5 BB Hh O UL I i 5 52 (Foveeal Retinal Thick-
ness, FRT) R4 fiE 71 J2 5 B (Outer Retinal Thickness, PRT) A, {H A I8 35 5E AWK B L, 2 7% ok
AR ML JAE 30 0 2 R R e 45 R [35]-[37] o

3.4.3. B

Conbercept 1 505 5 P51 45 K9 ARG CMT 7 T B R 35, 1d8 FH TR i1 2 2ot SR 8 s Bont HAth
Bt VEGF 25 s AR 3 . H 22 88 5/ AL AR A0 3 DME i 38 A 7 T BA W 7, R T4 e
OCT %% DME %, "Red sy R, M T3 10PT VEGF %), Conbercept H A 5 il A R &4
XX TRz B R IT KRB A5 M B A 2 [38].

3.5. Brolucizumb (FF T ¥k 2.41)

Brolucizumb (X ¥ Beovu)je —Fl NIFAGELBES AR v B (scFv), 73 &AM 26 kDa, & H i 701 & /)
{147t VEGE Z5%0. F 2019 4E3HEFF877 DME [39] [40]. FU/N T30k (A BB 1A I 1 A% 34 B 58
BEHOIKEE, I EA EARALGUSEIE[14], AL TEA M IE BRSO, AR FE LB A R4 )
VEGF-A (TG TR, it BLIT VEGE {22 il B0 4 I A . /b s, b bk e
RS B

3.5.1. IEKRAR

FiPiER BAI(E DME Y677 FF R 0B A 2383 KESTREL Al KITE 25 T #ilf AR 1R 56 75 214 52
[19], Brolucizumb 7£ 3% BCVA FIFEMIE CMT J5 15 Aflibercept AL, F H BEA% SLHILTE K R34 56 TRIBG[40]
[41], H. Brolucizumab i F5 47 {5 JHC7E Y AR A0 X BRAR VRN F42EG 3 B 400 W1 )2 i (Central Subfoveal Thick-
ness, CSFT) J7 T {E I 85 [42]. X T-XEVATE DME 3, Brolucizumb 8 A5 R H9I7 24107 [43].

352 e

Brolucizumab B EBIES MW E /D, ARELEMEH M. IR . B IREF YRR AN S EsE. 528
AT . HTHATEMRDN, ik e REERREE R, (HHRTIGREE AR 22 21 535 3 i zh ik
IAS S ZE A R [41]
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3.5.3. TGS

Brolucizumab MLALE T & 5 E M . FBERR SR FEHFEK, KIBK 1550 VEGF 2590754
K, JRIT AR HBREREN LR REGE, #5 E DME B KT 2805 2 et BRI e R R
i NEE R B E DME BB s it b KR R R DRI TT IR

3.6. Faricimab (GEE: 78 1)

Faricimab J& DME &7 453 &5 A~ B 80 1 i 0URs S PR 353t VEGF 2%, 4 F & 2928 150 kDa,
RIPAL S5 B80S TR IR, [FI 7 B T4 15 VEGF-A 5 Ang-2 T 2% B i R A % 56 1) i M A 2 1M A B
SEREME L YD M IBIR[44]-[46], KT “QEANHE]” FaIT RO, MHLEI LT T DME 697 80CR S5 R4k
I [44]

3.6.1. IEEFRMRSE

Faricimab £ DME 7597 {17 2 2. i YOSEMITE. RHINE Z52 100 IIT #1lfs AR IR 56453 BESL[19].
X LR 7T F W] Faricimab /£ 235 BCVA FIF&MK CMT FTH A T Aflibercept, 18 BE SZ I B K33 4 18] FA[47]
E B S REARWE 7 A i — B EDUE T Faricimab ST RO ANE, — T EBIVEWF 7T & B Faricimab f& &
4 BCVA fl CMT #8645, TEFIE IR BCVA FIHE AR B A R (48] 55— TidF 7L vEAili 17 M Aflibercept
#4454 Faricimab 697 1f] DME &3, 453 Won B 5 S M Ih R = F8 b B [49] [50]

3.6.2. &2
Faricimab %41 EE 2 Wil AR R 56 s 43 2394k . ST S, Faricimab ¥697 DME B % 4VE R I,
AR FMR AR RSP0 VEGF 29%0AHUE[44] [51].

3.6.3. Z5HIheE

Faricimab [¥)0834 7 T L 4 00U #E [ AL , X6F 85 1) e s R BB AR, LI R0 SE K [25] [52] [53]
S Faricimab 259 BASE w5, (HAR A ELH A BT VEGF 259 5 K (1073 5 18] B, ACKIIVATT #1115 KB %t DME
B B R aE . 8 NEE S BN R B A A K IR DR TR T IR, SR XHMESE ST VEGF 24
YIRIT N MR T B . R BRYEAE TR B 25 IR AR R F I e, K a5 a MR EL
LS O S

4. &

Bevacizumab. Ranibizumab. Conbercept A1 Aflibercept {5y DME & —AXF1%5 —A0HT VEGF 254 K
I ARG DR T AT B R 1T O R AP %2 &M . Ranibizumab {E T 2 N 259, Horsc
ifiid RISE/RIDE “5H Fif3 B 78 73 50 0IE,  FERR 77 505 A0 AR i i B2 77 TR I R 47 [19]. Aflibercept #KFE
H B M N B 2E KR /G 5 2R K KT (VEGEF/PIGF) X EE #1011 WL AH % T+ Ranibizumab 7£ CMT [&AK /5 1 5
BARF, X5 MG 1% DME 82 [FAE B A& V0 9T 2R [26]. Conbercept 1F N E F=A1H 2454, @it it VEGF
FIAT HAE DL CMT J7 RIS, RN AR E OCT Z3 B ST ACE 2 . (HARZ I & e
SRR 4 A R T UTE U

ISR F T VEGE 2590 i S Ky S TR B A 71X — ) f,  JRE KB 2 32T, tBhrds
DME 97 1E 208 AN KA B« Faricimab 7E Y& AN SURE e MEPUAA, T8 [RIN 58] VEGF-A #1 Ang-2,
PRAEST 2[RI S BLE S TN B R, ekt B VR 7 B A2 5% . Brolucizumb 58 1 i BE /R FE 5 4y
FE/NEEE, RS T AR TR, A PR Y 1R K T TR I

SR, DME JRI7 V5 G & 2 Bhik . ANF B 539t VEGF 29I I BAFE 22 5%, 3o B v RE i BiR

4 Q\

DOI: 10.12677/acm.2026.1672647 1316 Il PR 2 2 3t


https://doi.org/10.12677/acm.2026.1672647

FLibld, X%

FARPURAI R MBS, KRR DME R A PEHLFISR VR IR T 04600 VEGE I, 1% &5
IR TR S, 8 YT 7 SR LA AT F6 % KRR A A A AR AL 1)
W HR AT MURARIEE A2 10 50, ELZAMIOAETS bW T 0 st 0 3 7 F . DME
BHF A RIIERAE, BRI AR, Wk, AROIFRSRE B, FA B
P

SE K
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